Abstract. The aim of the present study was 
plasma membrane TRH binding sites in the pituitary were determined in rats receiving 75% (FR75), 50% (FR50) and 25% (FR25) of the food consumed by the ad libitum fed rats (controls). The basal TSH secretion rate (\g=m\g\m=.\(100g) \ m=-\ 1) in FR75, FR50 and FR25 groups were decreased by 19, 42 and 74% of control values, respectively, whereas the TSH secreted in response to TRH in vivo and in vitro was reduced by 21 Starvation induces a reduction in thyroid hormone secretion in rats (1) , and consequently in plasma total and free T4 and T3 concentrations (1, 2) . De¬ spite the reduced circulating levels of T4 and T3, basal plasma TSH concentrations are normal or reduced (2) (3) (4) , whereas the pituitary response to specific releasing hormone remains intact (2, 4) .
These changes in circulating T4, T3 and TSH levels suggest the existence of secondary or tertiary hypothyroidism (2, 5) . TSH secretion is mainly regu¬ lated by two opposite mechanisms: the stimulation of both TSH synthesis and secretion by TRH and a negative feedback control exerted by thyroid hor¬ mones (5) (6) (7) . The fact that the concentration of TRH-binding sites in the pituitary (8, 9) and in the thyrotropic cells (10) is regulated by physiological concentrations of thyroid hormones, accounts, at least in part, for the attenuation of TRH responsivity (10) . A decrease in TSH secretion may also be due to the inhibitory effect of other hormones and neurotransmitters (11, 12) . On (13, 14) , but the TRH-mediated circadian rhythm of plasma TSH is main¬ tained (13 (24) and Burton (25) (8) . From the present results it is not possible to determine whether the increase in TRH binding sites observed in the pituitary of food-re¬ stricted rats is caused by the depletion of T3 in nuclear receptor sites, by a reduction in TRH stim¬ ulation (32) , or by both mechanisms.
